Toxocara canis, the common roundworm in the dog, can cause "visceral larva migrans" syndrome in humans, which may include generalised illness, eosinophilia, and symptoms arising from larval invasion of different organs. Of these, the clinically most important are liver, lungs, eyes and CNS. Involvement of the different parts of the CNS in human toxocaral disease has been described, but not the CT or MRIappearances of the cerebral lesions. In one case with a single focal epileptic fit, CT was described as normal. In the Toxocara canis case described, the cerebral lesions on MRI, before and after therapy, are shown. Case report A 26 year old woman, presenting with a single generalised epileptic seizure, was admitted to our hospital on 18 July 1989. Plain CT scan showed irregular spots of high density (230-280 HU) behind the fourth ventricle, without oedema or space-occupying effect, suggesting a calcification. In addition, there were two isodense lesions about 10 mm in diameter, surrounded by a hypodense area which might represent a perifocal oedema. One was in the left upper parietal and one in the left occipitoparietal region.
Case report A 26 year old woman, presenting with a single generalised epileptic seizure, was admitted to our hospital on 18 July 1989. Plain CT scan showed irregular spots of high density behind the fourth ventricle, without oedema or space-occupying effect, suggesting a calcification. In addition, there were two isodense lesions about 10 mm in diameter, surrounded by a hypodense area which might represent a perifocal oedema. One was in the left upper parietal and one in the left occipitoparietal region.
The patient lived in a rural region in close contact with cats and dogs. There was no history of overseas travel. Neurological examination was completely normal. Laboratory investigations showed an eosinophilia of 6% in 9100 white blood cells.
Gamma-GT was elevated at 48 U/1. All other routine blood tests were normal. An EEG showed a regular alpha-activity of 10 per second with an intermittent slight focal slowing in the right temporo-parietal region.
Cranial MRI on 28 July (Siemens, 1-0 Tesla) showed approximately 25 lesions situated mainly cortically or subcortically, which had a hyperintense, cloudy irregular appearance on proton density and T2-weighted images and were 1-2 cm in diameter.
None of the lesions could be seen in the Tlweighted sequences without gadolinium. After intravenous gadolinium-DTPA (20 ml =0 2 mmol/kg bw) all lesions showed intense contrast-enhancement in their centres ( fig 1A) . tRuttinger, Hadidi images suggesting the presence of a perifocal oedema. An additional lesion, situated behind the fourth ventricle, had a hypointense portion on proton density, T,-and T2-weighted images, which may resemble the calcified structure on the CT scan. This lesion also showed a small area of gadolinium-enhancement. An MRI of the liver, abdominal ultrasound, chest radiograph and an ophthalmological examination were normal.
A lumbar puncture on 2 August yielded 19 white cells per mm3, which were only mononuclear cells, a protein level of 47 mg per 100 ml and normal glucose. The blood-CSFbarrier was slightly disturbed (CSF albumin x 1000/serum albumin=6. 
